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Reply to: What is the mechanism behind the association between autoantibodies against GAD65 and high body mass index?
Dear Sir, Dr Rolandson infers that we reported an association between high body mass index (BMI) and autoantibodies against glutamic acid decarboxylase, isoform 65 (GADA) in our recent paper [1] . This was not the case. Actually, we reported the following. As the question has been raised, we have now in detail analysed the associations between GADA and BMI in the study. This analysis showed the opposite of that suggested by Dr Rolandson. Eight years after diagnosis, patients with GADA had a significantly lower mean BMI than those without GADA (24.0 ± 0.4 vs. 25.0 ± 0.2 kg m )2 ; P ¼ 0.02). At diagnosis, no significant correlations (significant r values) were found between GADA concentrations or GADA positive/negative versus BMI. In our paper we suggested two explanations for the observation that normal BMI at diagnosis of diabetes is associated with preserved b-cell function 8 years later. Low BMI at diagnosis identifies patients with more severe ketoacidosis and a higher loss of b-cells before diagnosis than those with a normal BMI. Another option is that patients with normal BMI primarily have a higher amount of b-cells than those with low BMI as seen in ob/ob mice [2] . Indeed, in a second and recently published study, we demonstrated a similar phenomenon. Compared with low BMI, normal weight (BMI ‡20 kg m )2 ) at diagnosis promotes remission in islet antibody-positive patients with type 1 diabetes [3] .
